means: 0.28, 0.30)in lymphocytes than controls (means: 0.04, 0.02) but only the mother has significantly more (means: 7.24,4.80) sister chromatid exchanges (SCE) than controls (means: 5.18, 5.12). SeEs can be demonstrated following incorporation into chromosome DNA, at the time of replication, of bromodeoxyuridine (BrdU). Ifcells are allowed to replicate twice in BrdU one chromosome will be doubly labelled and stain more lightly allowing SCE to be detected. This technique has been used to assay many DNA damaging agents. Figure 2. Sister chromatid exchange preparation from the mother showing several exchanges (some are arrowed)
(means: 0.28, 0.30)in lymphocytes than controls (means: 0.04, 0.02) but only the mother has significantly more (means: 7.24,4.80) sister chromatid exchanges (SCE) than controls (means: 5.18, 5.12) . SeEs can be demonstrated following incorporation into chromosome DNA, at the time of replication, of bromodeoxyuridine (BrdU) . Ifcells are allowed to replicate twice in BrdU one chromosome will be doubly labelled and stain more lightly allowing SCE to be detected. This technique has been used to assay many DNA damaging agents. Barium meal examination of the mother shows a small hiatus hernia with reflux but no hypoperistalsis. The mother's autoantibody screen is negative but the daughter has antinuclear antibodies at a titre of 1 in 640 (diffuse and speckled), weak positive extractable nuclear antibodies (unidentified) and positive rheumatoid factor (latex). Wrist and shin skin biopsies from both show mild dermal sclerosis only. Immunofluorescence of the mother's skin is negative but the daughter's skin shows granular basement membrane zone fluorescence for IgM (wrist: bright, and thigh: faint).
We were interested to study the chromosomes of these patients because cytogenetic abnormalities have been found in patients with systemic sclerosis 1 .2. Both have significantly increased proportions of abnormal cells (20%, 28%) than controls (4%,2%), matched for age, sex and X·ray exposure, and numbers of spontaneous chromatid breaks per cell Munchausen's syndrome may present in many ways. Most commonly with an acute abdomen, chest pain or haemorrhage'. We report a case presenting as acute meningitis.
Case report
A 30·year-old man presented to the Accident & Emergency Department, self-referred following a head injury. The Casualty Officer suspected meningitis and he was admitted to hospital.
Discussion
These patients in whom we have demonstrated cytogenetic abnormalities present a unique picture of familial Raynaud's phenomenon, chilblains, telangiectasia and cutaneous sclerosis. Familial cases of both morphoea and systemic sclerosis have been recognizedt", The role of a genetic factor in the pathogenesis of systemic sclerosis has previously been partially supported by cytogenetic demonstration of chromosome breaks and increased SCE frequencies'r'. The phenomenon of SCE has been thought to result from aberrant DNA repair processes". It is interesting that autoantibodies produced in systemic sclerosis may be directed against proteins important for chromosomal organization and DNA replication. Anticentromere antibodies are directed against kinetochore proteins and the Scl·70 antibody is directed against a DNA topoisomerase enzyme", He gave a 2·day history of a sore throat, headache, vomiting and neck pain. The following day he felt feverish and complained of photophobia. On the day of admission he had a severe bilateral headache, worsening photophobia and persistent vomiting. He went to work where he tripped over and hit his head. He had been told that he had been unconscious for 2-3 min though he had no memory of the event.
The past history that he gave was that 11 years previously he had been involved in a serious road traffic accident in which his wife was killed. Following this he required a splenectomy, partial pancreatectomy and unilateral nephrectomy. He had subsequently been an insulindependent diabetic. He had had an appendicectomy and was allergic to penicillin.
On examination he was distressed predominantly by photophobia and insisted on keeping on his dark sunglasses. Temperature was 38.7°C pulse 92/min and blood pressure 110/80 mmHg. There were four abdominal scars. Neurologically there was marked neck stiffness, Kernig's sign was negative and there were no other abnormalities.
Investigations were as follows. White cell count 8.9xl()9/l with a normal blood film and differential count. Plasma 0141·0768/90/ 080532-021$02.00/0 ©1990 The Royal Society of Medicine viscosity 1.76 (normal 1.50-1.76). Biochemical profile was normal. Blood cultures and throat swab for bacteriology and virology were negative. The patient refused a lumbar puncture, with the explanation that his father had become paralysed following an epidural anaesthetic.
A clinical diagnosis of probable bacterial meningitis was made and in view of a history of penicillin allergy the patient was treated with intravenous chloramphenicol. He was nursed in a single cubicle.
Over the following 6 days there was no improvement in his symptoms. Neck stiffness persisted as did the fever. He insisted on wearing his dark glasses and refused to allow the blinds in his cubicle to be opened. In order to exclude a cerebral abscess a CT scan was advised but the patient refused this investigation. During his admission he was maintained on his usual insulin regimen of twice daily combination insulin, and remained normoglycaemic throughout.
The patient had no visitors and would not give details of a next of kin. He claimed that his daughter was in a clinic in Hungary for treatment of cerebral palsy and the details of his GP proved to be false. In view oftbis, the patient was transferred to a cubicle where he could be observed more closely. He refused to change cubicles and took his own discharge against advice.
Munchausen's syndrome is a common condition which often goes unrecognized", Most medical and surgical conditions have been simulated but there are no reports of falsified meningitis.
Presentation with an acute abdomen or an acute cardiac condition are the most frequent presentations. Neurological
Fatal cerebral oedema following trichloroethane abuse
Journal of the Royal Society of Medicine Volume 83 August 1990 533 presentations are also common, but usually occur in the form of loss of consciousness or convulsions.
The features of the patients presentation and behaviour are characteristic of Munchausen's syndrome and should raise suspicion at an early stage", Self referral to an Accident & Emergency Unit, often distant from home, is the usual mode of entry. A next of kin, if given is usually unobtainable for one reason or another and the GP is usually unknown or false. Our patient demonstrates all of these. He also gave a fanciful story of his daughter being in a special clinic in Hungary.
Certain other features of our patient's illness were unusual. His blood count was completely normal despite the history of splenectomy and severe 'bacterial infection'. In addition, he maintained perfect glycaemic control on his usual insulin regimen.
The treatment of these patients is notoriously difficult, most taking their own discharge as soon as they are challenged, but with a high index of suspicion the diagnosis should be made at an early stage so avoiding unnecessary investigation and treatment. D F D'Costa MRCP N P R Gunasekera MRCP Department of Medicine, General Hospital, Kettering, Northants NN16 BUZ Keywords: trichloroethane; cerebral oedema A wide range of volatile substances -mostly halogenated or unsubstituted hydrocarbons -may be inhaled causing changes in mood or consciousness. The abuse of these substances is known as 'glue sniffing' or 'solvent abuse'.
A survey of the United Kingdom detected 282 deaths from the abuse of volatile substances between 1971 and 1983 1 • Trichloroethane (TCE) was detected in two cases. TeE has been known to cause fatal cardiac arrhythmias", We report a case of fatal cerebral oedema following the use of Tipp-Exi!> which contains TCE.
Case report
A previously fit 15-year-old boy retired to his bedroom early one evening. Two hours later he came down to the sitting room complaining of double vision and hallucinations. He subsequently collapsed. Resuscitation commenced by the ambulancemen who arrived immediately was carried on in hospital but was unsuccessful. A bottle of Tipp-Ex«'was later discovered in his room. No notes were found. Postmortem examination showed a grossly oedematous brain with marked tonsillar herniation and uncal grooving. The brain weighed 1651 g. Oedema was also present in the lungs, liver
Discussion
About 10% of male pupils in a comprehensive school have experimented with solvents", TeE is found in a variety of commonly available products -cleaning agents, plastic removers and thinners. Tipp-Exi!> is a solvent-containing liquid used to eradicate typing errors. Tipp-Exi!> contains TCE and is widely available in schools and offices. Acute intoxication with TeE may result in initial excitement followed by depression of the central nervous system with dizziness, drowsiness, lightheadedness and ataxia. There may be liver and kidney impairment and cardiac arrhythmias. Tipp-Exi!> has caused deaths either by fatal cardiac arrhythmias or aspiration of gastric contents 2 • TCE has also caused fatal respiratory depression on industrial premises". The occurrence of double vision, hallucinations and death in this patient was associated with a main autopsy finding of intense cerebral oedema and tonsillar herniation. Cerebral oedema occurring with TeE is recognized'', but this degree of intense oedema with herniation has not been documented before. Since no gross or histological features may be present in a case of a fatality due to TCE abuse, the diagnosis rests essentially on the investigation of the circumstances of the death and toxicological studies identifying the volatile chemicals in the body. This patient fits the criteria. The exact level of TCE causing a fatality is not clear. In reported fatalities, the blood levels of TeE have ranged from 2-7 mg/l in some cases" and 18-42 mg/l in others', The level in this patient of 1.7 mg/l is consistent with these figures. The possible mechanisms of the oedema in this patient are two: hypoxia induced oedema or a direct toxic effect with TCE. The presence of gross cerebral oedema 0141-07681901 080533-021$02.00/0 © 1990 The Royal Society of Medicine
